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Fibrosis is a double-edged sword. On the one hand, it can be the final state of healed
inflammation as scar tissue; on the other hand, it is frequently associated with a reduction
in or loss of organ function [1,2]. Moreover, it is a surrogate parameter that indicates
the progression of the disease to liver cirrhosis or even hepatocellular carcinoma. This is
especially true for non-alcoholic fatty liver disease, a pandemic disorder associated with
Western lifestyles and diets. To influence organ fibrosis, it is important to better understand
its induction, perpetuation and termination at the molecular level. The induction of liver
fibrosis may be metabolic (e.g., alcohol, diet and drugs), infectious (e.g., viruses), autoim-
mune (e.g., primary biliary cholangitis) or due to monogenetic defects (e.g., increased iron
storage) [1,2]. The molecular mechanisms leading to final-stage fibrosis are very different
depending on its pathogenesis [3,4]. This Special Issue aims to provide more insight into
these processes.

We, Ralf Weiskirchen and Tilman Sauerbruch (Figure 1), cordially invite you to submit
original research articles, reviews, or shorter perspective articles on all aspects related to
the “Liver Fibrosis: Mechanisms, Targets, Assessment and Treatment”. Expert articles
describing mechanistic, functional, cellular, biochemical or general aspects of hepatic
fibrogenesis are highly welcome.
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Figure 1. Editors of the Special Issue, “Liver Fibrosis: Mechanisms, Targets, Assessment 
and Treatment”. Ralf Weiskirchen (left); Tilman Sauerbruch (right). 

Author Contributions: Conceptualization, R.W. and T.S.; writing, original draft preparation, R.W. 
and T.S.; writing, review and editing, R.W. and T.S.; visualization, R.W. and T.S. All authors have 
read and agreed to the published version of the manuscript. 

Funding: R.W. is supported by the German Research Foundation (grants WE2554/13-1, 
WE2554/15-1, WE2554/17-1) and the Interdisciplinary Centre for Clinical Research within the Fac-
ulty of Medicine at the RWTH Aachen University (grant PTD 1-5). None of the funders had any 
role in the design of the study and the decision to publish this contribution. 

Institutional Review Board Statement: Not applicable. 

Informed Consent Statement: Not applicable. 

Data Availability Statement: No new data were created or analyzed in this study. Data sharing is 
not applicable to this article. 

Conflicts of Interest: The authors declare no conflicts of interest. 

References 
1. Friedman, S.L.; Pinzani, M. Hepatic fibrosis 2022: Unmet needs and a blueprint for the future. Hepatology 2022, 75, 473–488. 

https://doi.org/10.1002/hep.32285. 
2. Acharya, P.; Chouhan, K.; Weiskirchen, S.; Weiskirchen, R. Cellular mechanisms of liver fibrosis. Front. Pharmacol. 2021, 12, 

671640. https://doi.org/10.3389/fphar.2021.671640. 
3. Lurje, I.; Gaisa, N.T.; Weiskirchen, R.; Tacke, F. Mechanisms of organ fibrosis: Emerging concepts and implications for novel 

treatment strategies. Mol. Asp. Med. 2023, 92, 101191. https://doi.org/10.1016/j.mam.2023.101191. 
4. Liedtke, C.; Nevzorova, Y.A.; Luedde, T.; Zimmermann, H.; Kroy, D.; Strnad, P.; Berres, M.L.; Bernhagen, J.; Tacke, F.; 

Nattermann, J.; Spengler, U.; Sauerbruch, T.; Wree, A.; Abdullah, Z.; Tolba, R.H.; Trebicka, J.; Lammers, T.; Trautwein, C.; 
Weiskirchen R. Liver fibrosis-From mechanisms of injury to modulation of disease. Front. Med. 2022, 8, 814496. 
https://doi.org/10.3389/fmed.2021.814496. 

Short Biography of Author 
Ralf Weiskirchen, PhD, was born on 2 February 1964 in Bergisch Gladbach (North Rhine-Westphalia, Germany). After 
his school education, he studied biology and obtained his PhD with distinction at the University of Cologne in Ger-
many. Thereafter, he worked for several years as a Research Associate at the Institute of Biochemistry, University of 
Innsbruck, Austria. Back in Germany, he habilitated at the Technical University of Aachen and became a full Professor 
in 2007 at the Aachen University Hospital. Currently, he is head of the Institute of Molecular Pathobiochemistry, Ex-
perimental Gene Therapy and Clinical Chemistry (IFMPEGKC) at the RWTH University Hospital Aachen. His major 
research interest is the analysis of TGF-β/BMP and PDGF signaling pathways in the pathogenesis of liver disease. In 
particular, he has an interest in understanding the contribution of different hepatic cell subpopulations to the for-
mation and resolution of hepatic disease. Professor Weiskirchen maintains a variety of national and international co-
operations that are focused on molecular aspects of hepatic disease pathogenesis and therapy. Moreover, his work is 

Figure 1. Editors of the Special Issue, “Liver Fibrosis: Mechanisms, Targets, Assessment and Treat-
ment”. Ralf Weiskirchen (left); Tilman Sauerbruch (right).
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cytokines, chemokines, extracellular matrix, fibrotic signaling, animal models, biomarkers,
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hepatic stellate cells, animal models of hepatic fibrosis, the translation of basic findings in
hepatology to the human situation, portal hypertension, bile acids, beta-blockers, imaging of
hepatic fibrosis, management and therapy of hepatic lesions. Based on our expertise, we will
be happy to consider studies on all aspects of basic and clinical aspects of hepatic fibrosis.

Livers is an international, peer-reviewed, open access journal on liver science pub-
lished online. Information about the submission process to this Special Issue, the types
of desired publications, and guidelines for manuscript preparation are given at: https:
//www.mdpi.com/journal/livers/special_issues/742Y9BF54R.
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to remain intellectually close to academic Medicine, especially hepatology.
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